Although considerable research has shown that inflammation leads to social withdrawal more generally, it is also possible that inflammation leads to social approach when it comes to close others. Whereas it may be adaptive to withdraw from strangers when sick, it may be beneficial to seek out close others for assistance, protection, or care when sick. However, this possibility has never been explored in humans nor have the neural substrates of these behavioral changes. Based on the role of the ventral striatum (VS) in responding to: (1) the anticipation of and motivation to approach rewarding outcomes and (2) viewing social support figures, the VS may also be involved in sickness-induced approach toward support figures. Thus, the goal of the present study was to examine whether inflammation leads to a greater desire to approach support figures and greater VS activity to viewing support figures. To examine this, 63 participants received either placebo or low-dose endotoxin, which safely triggers an inflammatory response. Participants reported how much they desired to be around a self-identified support figure, and viewed pictures of that support figure while undergoing an fMRI scan to assess reward-related neural activity. In line with hypotheses, endotoxin (vs. placebo) led participants to report a greater desire to be around their support figure. In addition, endotoxin (vs. placebo) led to greater VS activity to images of support figures (vs. strangers), and greater increases in inflammation (IL-6 levels) were associated with greater increases in VS activity. Together, these results reveal a possible neural mechanism important for sickness-induced social approach and highlight the need for a more nuanced view of changes in social behavior during sickness.
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Introduction
As part of the innate immune response, an organism will exhibit a multitude of symptoms, termed ''sickness behavior,'' in response to infection or illness. Symptoms of sickness are triggered by the release of proinflammatory cytokines, which act as chemical messengers to signal the brain to change behavior. The most commonly observed inflammatory-induced change in social behavior has been withdrawal from others. Thus, animal research has shown that an acute inflammatory challenge leads to reduced social exploration of others (Bluthe et al., 1996 (Bluthe et al., , 1994 Marvel et al., 2004) . Similarly, humans exposed to an experimental inflammatory challenge report increased feelings of social disconnection (Eisenberger et al., 2010) and greater threat-related neural activity to negatively-valenced pictures of unknown others (Inagaki et al., 2012) . Though unpleasant in the short-term, changes in social behavior such as social withdrawal are thought to be adaptive responses in promoting rest and recuperation from illness or infection (Dantzer et al., 2008; Hart, 1988) .
Despite this literature linking inflammation and social withdrawal, animal models have shown that, under certain circumstances, animals will engage in more rather than less social behavior during sickness (Aubert, 1999; Hennessy et al., 2014) . This is particularly true when given the chance to affiliate with a familiar other. For instance, after being injected with lipopolysaccharide (LPS), which elicits an inflammatory response, rats spend more time huddling with familiar cage-mates as compared to responses of placebo-injected controls (Yee and Prendergast, 2010 
